On examination.-There were many very small white raised nodules in the conjunctive. These ocular appearances were first described by Walsh and Howard (1947) in association with hypercalcemic states and were attributed to deposits of calcium phosphate in the conjunctiva. They noted that the lesions might disappear after the correction of the hypercalcxnmia. More recently the same condition has been described as occurring in sarcoidosis with hypercalcamia.
The tympanic membranes showed extensive white calcareous areas. The skin was normal and there were no palpable lymph nodes. The liver was palpable. Blood pressure was normal.
Investigations.-Chest X-ray showed no change and tomography confirmed hilar lymph-node enlargement. No tubercle bacilli were found in gastric lavage. X-ray hands-1952: Showed trans-JULY 508 Proceedings of the Royal Society of Medicine 16 lucencies in the tips of the terminal phalanges and several dense opaque deposits in the soft tissues of the fingers. 1953 : The X-ray was similar except that the deposits in the soft tissues were absent. X-ray abdomen showed two calcified areas in the left kidney. The urine contained a trace of albumin and hyaline, cellular and granular casts. Culture was sterile. Fig. 3 shows the biochemical findings. The serum calcium was remarkably high (19 mg./100 ml.) and the inorganic phosphorus was also raised. The blood urea was high (50 mg,/100 ml.) and the urea clearance was reduced to 55 % of normal.
Treatment.-She was given isoniazid and streptomycin. The dose of the latter was reduced to 05 gramme on account of high blood streptomycin level due to renal impairment. No significant change in the biochemistry occurred during one month of this treatment. Cortisone was then given 150 mg. a day by mouth for ten days and thereafter 100 mg. daily. The diagram shows the rapid fall in serum calcium and phosphorus which took place. The urinary calcium excretion also declined. She is new maintained on a dose of 25 mg. of cortisone daily and three months after the commence- ment of treatment with this hormone her calcium is between 12 and 13 mg./100 ml. and renal function has shown marked improvement. The blood urea is 25 mg./100 ml. and the urea clearance is now 96% of normal.
There has been improvement in the appearance of the eyes. There is no frequency of micturition. Though there has been no appreciable change in the radiological appearance of the lungs, dyspncea on exertion is less.
Comment.-Since beryllium was not demonstrated in the skin lesion, and erythema nodosum is not recorded as a feature of beryllium sarcoidosis, the relationship of her disease to exposure to beryllium phosphor is not established.
Whilst hypercalcoemia in sarcoidosis is not uncommon, renal impairment is rare. In those cases in which calcium metabolism has been investigated, hypercalcxmia and hypercalciuria have been demonstrated, and renal impairment is thought to be due to nephrocalcinosis (Klatskin and Gordon, 1953) . The response of the hypercalca'mia to cortisone was prompt, and was associated with improvement in renal function. Similar findings in one case have been reported by . Since hypercalcxmia in sarcoidosis may lead to renal impairment, and can be controlled with cortisone, its recognition is of practical importance. 509 lower back and thighs, and I had considerable nausea and tendency to vomit. They all had varying degrees of renal failure with blood urea in the range of 40-150 mg./100 ml. We attribute this to the toxic action of the raised calcium level. We found that the hypercalcxemia always returned to normal after a short course of cortisone. We now begin with 150 mg. a day for ten days, gradually lowering this later, using as the desirable criterion a plasma calcium of less than I I 0 mg./l00 ml. Coincident with this fall of the plasma calcium level the patients' symptoms have improved in the most spectacular manner, there has been some improvement in renal function and all have been able to return to normal activity (window cleaner, schoolmaster, apprentice, housewife). Finally in those earlier cases in which the cortisone had been stopped the plasma calcium soon rose to abnormal levels with the return of symptoms and a worsening of renal function.
The maintenance dose of cortisone has been between 25 and 75 mg. a day. The dosage appears to be fairly critical as one patient deteriorated clinically and biochemically on 25 mg. a day and another on 37-5 mg. Both, however, seem now to be satisfactorily maintained on 37-5 and 75 mg. respectively.
We are naturally interested in the apparently irrelevant coincidence of a definite biochemical defect in occasional cases of this disease of obscure etiology. The hypercalcxmia does not appear to be associated with any particular clinical manifestation of sarcoidosis. Our 4 cases are quite unlike each other in the localizations of the readily detectable sarcoid deposits. The hypercalcxnmia, however, with its associated symptoms and renal dysfunction, must be related to the other manifestations (skin, glands, chest, eyes, &c.) which occurred, since they all appeared to be controlled adequately by the same dose of cortisone.
We are studying the pathogenesis of the hypercalcxemia. In a preliminary publication it was suggested that active bone dissolution due to small sarcoid deposits was responsible, as occurs with multiple osteolytic tumours. This would explain well its ready reversibility with cortisone and its approximate coincidence in time with the regression elsewhere of the sarcoid lesions. It also explains well the symptoms in one patient which closely resemble those of bone pains from the lower lumbar vertebrx. However, a further disorder of calcium metabolism is now coming to light as we begin to apply calcium balance studies to the problem (Anderson et al., 1954) . This is the unusually high absorption of calcium from the gut which seems to be a constant finding in these cases. Naturally this, too, will flood the blood stream with calcium and will raise the blood level in the absence of adequate compensatory mechanisms. This high absorption is impossible to explain on the basis of our present knowledge of calcium metabolism, and it seems remarkable that it should occur as a complication of a granulomatous condition. The action of cortisone in apparently reversing the metabolic defect is also as obscure as it is fascinating, but we appear to have enough evidence already to acknowledge a still further pharmacological action of this versatile hormone. This action may not, of course, be due to a direct effect on calcium metabolism but may be indirect as the result of the action on the sarcoid granulomas.
January 1949: X-ray: gross rarefaction, loss of trabeculk and wedging of lower thoracic and upper lumbar vertebre. Plasma calcium 10-3 mg./100 ml. Plasma inorganic phosphorus 4-1 mg./100 ml. Alkaline phosphatase 9 3 K.A. units. Blood biochemistry and renal function normal. Fitted with a spinal support and treated with calciferol and calcium lactate. Until 1951 he had repeated attacks of acute pain in the back and ribs. His general health remained excellent.
September 1951: Sudden prTcordial pain radiating to both axillk. Readmitted to hospital. He had lost about 7 in. in trunk height during the past few years. Blood biochemistry, 17-keto-and 11 -oxy-steroid excretion normal. His back pain had been so severe while at work (carpentry) that he was forced to turn to lighter work and the hospital almoner therefore arranged for him to be trained as a glassblower. Treatment with methyl testosterone and then with stilbcestrol did not bring about symptomatic relief or alter his continuing negative calcium balance of 200 mg./24 hours.
He was then given 32 bottles of plasma intravenously over a period of three weeks. This resulted in a decrease, of his urinary calcium excretion from 200 mg. to 20-50 mg./24 hours (Fig. 1 ). He had a febrile reaction to the first plasma infusions, but this was controlled in subsequent infusions by large doses of aspirin.
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Proceedings of the Royal Society of Medicine 18 Symptomatic improvement began in about two to three weeks and continued for some months. After this the pains became worse and his urinary calcium slowly rose to 100 mg./24 hrs. He has been readmitted on three occasions since then on account of worsening symptoms, and on each Albright and Reifenstein (1948) Mrs. K. L., aged 32. Secretary.
History.-In August 1953, after a tooth extraction, she developed an infected socket for which pencillin lozenges were prescribed. While taking the latter she developed a sore throat and first became aware of a swelling on the back of her tongue. It was quite painless, only very rarely did it cause her a choking feeling during the day and it never distressed her at night. It did not become larger in the ensuing months although she noticed a slight variation in size from day to day. It was unaffected by her periods which were regular. There was no difficulty in swallowing, breathing, or speech, and the tumour did not bleed. She was first seen at Hammersmith Hospital on 16.1.54, complaining only of a swelling on the back of the tongue. She was in all other respects fit and well.
On examination.-Her tongue presented a tumour 2 cm. in diameter, occupying the posterior third and projecting into the oro-pharyngeal isthmus, to impinge against the uvula (Fig. 1) . The tumour was pinkish in colour; its surface was smooth and covered by intact vascular mucosa. On palpation it was fleshy and extended deeply into the substance of the posterior third of the tongue. In the neck neither the isthmus nor the lobes of the thyroid could be felt. Clinical assessment indicated that the patient was euthyroidic.
Investigations.-A soft tissue film of the neck (Fig. 2) revealed a shadow at the base of the tongue bulging into the pharynx and displacing the epiglottis slightly backwards and downwards.
A tracer dose of 100 uc. 1131 was given by mouth and a urinary excretion test together with a neck scan were performed under the care of Mr. Selwyn Taylor. At the end of a forty-eight hours period 51-3 % of the total intake of radioiodine was excreted in the urine. This figure showed that thyroid function was within normal limits.
Localization studies were carried out by means of a collimated Geiger counter. Maximal activity was recorded when the counter was directed towards the upper end of the thyroglossal track. Little activity was obtained through the open mouth, as it was a difficult problem technically to collect parallel rays in this location. No activity was detected below the level of the hyoid bone (Fig. 3) .
On the basis of these findings a diagnosis of lingual thyroid was made.
Comment. -Fig. 4 illustrates the various positions that may be assumed by thyroid tissue in the line of the thyroglossal duct, a derivative of the first pouch, originating just caudal to the tuberculum impar.
Lingual thyroid is a rare anomaly. Verneuil first described this condition in 1853 and by 1936
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Montgomery collected from the literature and reviewed 144 authenticated cases. How much the ultimobranchial bodies from the fourth pouch contribute to the lateral lobes of the gland is debatable, although Weller (1932) maintains that they take a considerable part in their formation. In our patient there is no active thyroid tissue in the neck derived from the fourth pouch. Treatment.-It is generally agreed that surgical removal, whether partial or complete, is not justified in the absence of symptoms. If, on the other hand, the thyroid could be prevented from enlarging or even made to regress by medical measures alone, that would be the treatment of choice.
The patient is therefore being given 1-thyroxine sodium, 0-1 mg. twice daily, in order to diminish the body's demands on the thyroid, and iodized salt prophylactically, to counteract the goitrogenic effects of a possible iodine deficiency in her diet.
It is hoped by these measures to keep the size of the gland under control. Mr. Selwyn Taylor: The radioactive iodine investigations on this patient left no doubt that all the thyroid tissue was situated at the base of the tongue, but since the surface presenting into the mouth was small in 512 Proceedings of the Royal Society of Medicine 20 extent and showed no likelihood of ulceration or hiemorrl.age, it was thought reasonable to prevent the thyroid becoming larger rather than to excise the tissue. For this reason the patient is being given 1-thyroxine by mouth and she herself already has volunteered the information that the swelling is smaller. History.-Admitted to hospital aged 9 years with rheumatic fever. High blood pressure (145/100-170/100) was noticed during her first pregnancy. Short rest periods in hospital were followed by normal confinements at term. Since that time, she has continued symptom free. In addition to household duties, she undertakes light work for four to six hours a day. In December 1953 she attended hospital on account of a minor ailment.
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Coarctation of the
Examination.-Medium build and height. C.V.S.-The radial pulse is regular. B.P. right arm 230/110; left arm 225/110. There is marked pulsation of the arteries of the neck. Pulsation is prominent in the episternal notch where a large vessel can be felt. Pulsating tortuous vessels about the size of normal radial arteries are present in both interscapular regions. Anastomoses can be traced into the right suprascapular fossa. Pulsating vessels are present also in both infrascapular fossa and at the scapular angles. Soft murmurs in late systole can be heard over these vessels. Similar murmurs are heard on either side of the sternum continuing over the upper part of the abdominal wall. There is an apical and basal systolic murmur. The femoral pulses, although delayed, are easily palpable as are those of the tibial and dorsalis pedis arteries.
Investigations.-Teleradiography and cardioscopy: Marked notching of the inferior borders of the ribs is present. There is moderate enlargement of the left ventricle with prominence of the ascending aorta to the right in the antero-posterior view. A calcified aneurysm replacing the normal aortic shadow lies below the origin of an enlarged left subclavian artery (Fig. 1) . Electrocardiography shows left axis deviation with left ventricular preponderance. Urine normal. Blood urea 37 mg./100 ml. W.R. negative. aortic aneurysm.
Comment.-The points of interest in this case are (1) The well-being of the patient and the absence of symptoms at a late age. It is instructive to recall that she has withstood what appears to have .been a genuine attack of rheumatic fever in childhood and the physical stress of two pregnancies and confinements, at the latter end of the third and the, beginning of the fourth decade, without sequelke.
(2) The extreme degree of coarctation demonstrated by a remarkably extensive collateral circr-lation which has succeeded in establishing a normal blood supply to the lower limbs.
(3) The association of the coarctation with an unusual calcified aneurysm distal to the coarctation. The radiological appearances in the different views suggest that the deposition of the calcium has resulted in the formnation of an almost symmetrical self-limiting capsule. The average length of history prior to treatment in most series is seven to eight years, and the majority of tumours reach a size of from 5 to 10 cm. in diameter. Occasional cases are reported in which the tumour has been present for twenty to thirty years and has reached a large size.
Ahlbom, in 1935, reported a patient in whom a tumour weighing 44 lb. was removed after seventeen years.
The incidence of malignant change in mixed parotid tumours is disputed. According to Patey (1940) there is no proof that alteration in type from a mixed parotid tumour to a squamous-celled or glandular carcinoma ever takes place. Malignant characters may, however, be assumed by previously benign tumours without change of histological type. This is not uncommonly found in recurrences following surgical excision, but is very rare spontaneously.
The present case illustrates the prolonged course of untreated benign parotid tumours without the development of malignant change.
Addendum.-The tumour was removed on 8.4.54, in collaboration with Mr. C. E. Shattock. It shelled out easily, there was little bleeding and the facial nerve was not seen but could be felt deeply against the neck of the mandible. The tumour weighed 4 lb. 6 oz. and measured 19 X 15 X 13 cm. (Fig. 3) . Section showed no malignancy. Post-operative was induced. He was discharged from the sanatorium in December 1952, since when he has attended the Camberwell Chest Clinic regularly for refills. The treatment for his pulmonary tuberculosis had no effect upon the diarrhoea. At one stage it was thought to be due to PAS, but there was no remission after the drug was stopped. In the summer of 1953 intermittent claudication in the right calf forced him to stop walking after about 100 yards. Although the tuberculous disease responded satisfactorily to treatment, the patient failed to regain the 2 st. in weight lost earlier on.
Past history. Fat balance showed 72% and 59-6% absorption on a 50 grammes/day intake estimated over four days each. Average percentage absorption therefore over eight days 65 8%.
Duodenal juices: Diastatic activity was 8,760 units/ml., but there was no significant lipase or tryptic activity. No diastatic activity in urine or blood. Tryptic activity in stool present only in a dilution of I in 4, i.e. trypsin absent.
Glucose tolerance curve: Fasting blood sugar 124 mg.%. Half hourly blood sugars after 50 grammes glucose by mouth were 185 mg. %, 270 mg. %, 262 mg. % and at two hours 262 mg. %.
Barium meal X-ray: Calcification present in the abdomen, pancreatic in site. Small intestinal pattern showed some doubtful coarsening of the normal feathery appearance unlike that seen in idiopathic steatorrhoea. There was some tendency to flocculation and segmentation (Fig. 3) .
Cholecystogram was normal. X-ray pelvis, thighs and legs showed no arterial calcification. Oscillometry: 
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Reflex vasodilatation test: Normal response in both great toes, the temperature rising rapidly from 200 C. to above 330 C. within 40 minutes. The calves behaved alike and cooled from about 320 C. to 290 C. The right thigh was 2°C. below the left thigh at the start of the experiment and although its temperature rose by about 10 C. it remained nevertheless 20 C. lower than the opposite thigh. X-ray chest showed a right A.P. with a thickened pleura. On screening there was little movement.
Conclusions.-The laboratory findings suggested both acinar deficiency and insular deficiency and in conjunction with the radiological appearances confirmed the diagnosis of pancreatic lithiasis with impairment of pancreatic function.
The intermittent claudication is believed to be due to a block of either the right internal or common iliac artery which appears to be confirmed by the subsequent progress.
The presence of pulmonary tuberculosis is thought to be unrelated to the pancreatic deficiency.
Progress.-The patient was put on a diet containing 70 grammes of fat, 200 grammes of carbohydrate, and 100 grammes of protein daily and was given Pancreatin forte 120 grains daily. On this regime his urine remained sugar free, he lost all abdominal discomfort, claimed to feel in perfect health and had, on the average, two bowel motions per day, with soft, but formed stools which he considers his normal habit. Whilst on treatment estimation of faecal fat showed 95 % to be split.
His exercise tolerance increased whilst under observation and he became able to walk 300 yards at a brisk pace in three minutes before the onset of claudication and even then he was able to continue walking.
The right A.P. was refilled at fortnightly intervals. The final decision with regard to this "frozen" A.P. will have to be taken in the future.
Comment.-Pancreatic calcification was described by De Graaf as early as 1667 but it was only in 1903 that Allen published the first complete clinical and pathological study of diffuse pancreatic lithiasis. While the disease was once considered a relatively rare condition, the diagnosis is being made with increasing frequency owing largely to the more frequent use of radiography and the greater awareness of the condition by clinicians. Thus Fisher (1946) collected 200 cases described up to 1946 and since then the number has increased to well over 300. Nevertheless pancreatic calcification is not commonly seen and the aggregate figures from 10 pathological departments showed only 31 cases among over 117,000 autopsies.
The interest in the present case lies in the fact that no history suggestive of previous attacks of pancreatitis which is generally believed to be the cause of pancreatic calcification can be obtained. Although it is possible that there could have been attacks of abdominal pain in childhood, which had been forgotten, the time interval would appear to be too great, the longest period on record between abdominal pain and the appearance of pancreatic calcification being twenty-two vears (Gambill, 1949) . In Gambill and Pugh's (1948) series of 39 cases from the Mayo Clinic, two-fifths with pancreatic calcification had no history of previous pancreatitis and no serious impairment of pancreatic function. Gambill and Pugh found a high correlation between a previous history of pancreatitis, extent of pancreatic calcification and the incidence cf diabetes mellitus and steatorrhoea.
In previous publications a difference was made between "diffuse calcification", "disseminated calcification", "mixed calcification" and "multiple calculi". However as Peters et al. (1951) have suggested no distinction should be made since the clinical course and, in particular, the pathology are similar. Histologically all cases reported appear to be cases of pancreatic lithiasis with findings characterized by acute and chronic inflammatory changes, diffuse replacement fibrosis, pseudocysts, dilatation of ducts and intraductal calculi. Calcification, according to Edmonson et al. (1950) , is due to precipitation of calcium carbonate from supersaturated pancreatic juice.
Diabetes mellitus is the commonest complication of pancreatic lithiasis occurring in up to 75% of cases. Steatorrheea appears to be less common. Pulmonary tuberculosis has been reported in 10 to 15 % of cases in various series in the literature, yet there is no evidence that the two are in any way related, unless the presence of diabetes mellitus or malnutrition predisposes to tuberculosis.
